Acid-sensing ion channels (ASICs) constitute a recently discovered family of excitatory cation channels, structurally related to the superfamily of degenerin/epithelial sodium channels. ASIC1b and ASIC3 are highly expressed in primary sensory neurons and are thought to play a role in pain transmission related to acidosis. ASIC1a, ASIC2a, and ASIC2b are also distributed in the central nervous system where their function remains unclear. We investigated here the regulation of their expression during status epilepticus (SE), a condition in which neuronal overexcitation leads to acidosis. In animals treated with pilocarpine (380 mg/kg) to induce SE, we observed a marked decrease of ASIC2b mRNA levels in all hippocampal areas and of ASIC1a mRNA levels in the CA1-2 fields. These changes were also observed after protective treatment from neuronal cell death with diazepam (10 mg/kg) and pentobarbital (30 mg/kg). These findings suggest a key role of channels containing ASIC1a and ASIC2b subunits in both normal and pathological activity of hippocampus.
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INTRODUCTION
Mammalian proton-gated channels, named acidsensing ion channels (ASICs), have been recently discovered and characterized in heterologous expression systems (see review in Waldmann & Lazdunski, 1998). They belong to the superfamily of degenerins/epithelial sodium channels (DEG/ ENaC) that are characterized by a topology with two membrane-spanning domains, a large cysteinerich extracellular loop, and intracellular amino and carboxy termini (reviewed by Garcia-Anoveros & Corey, 1997). To date, five members of this family have been cloned in mammals: ASIC1a (also called brain sodium channel 2, BNaC2) (Garcia-Anoveros et al., 1997; Waldmann et al., 1997a ), ASIC1b (Chen et al., 1998 ; ASIC2a (also called mammalian degenerin 1, MDEG1, or brain sodium channel 1, BNaC1) (Price et al., 1996; Waldmann et al., 1996) ; ASIC2b (also called MDEG2) (Lingueglia et al., 1997) ; and ASIC3 (also called dorsal root ganglia ASIC, DRA-SIC) (Waldmann et al., 1997b; De Weille et al., 1998; Babinski et al., 1999) . These channels have the common feature of generating excitatory currents in response to decreasing pH when studied in vitro. As an exception, ASIC2b does not appear to respond to low pH applications when expressed in homomeric form; it is, however, capable of modulating the response of other ASIC subunits. Indeed, ASIC2b lowers the threshold of activation by protons of ASIC2a while it changes the ion selectivity of ASIC3 (Lingueglia et al., 1997) . Although the composition
